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ABSTRACT
Background  Dostarlimab is a humanized monoclonal 
antibody that binds with high affinity to PD-1, resulting 
in inhibition of binding to PD-L1 and PD-L2. We report 
interim data from patients with endometrial cancer 
(EC) participating in a phase I trial of single-agent 
dostarlimab.
Methods  GARNET, an ongoing, single-arm, open-label, 
phase I trial of intravenous dostarlimab in advanced solid 
tumors, is being undertaken at 123 sites. Two cohorts 
of patients with EC were recruited: those with dMMR/
MSI-H disease (cohort A1) and those with proficient/
stable (MMRp/MSS) disease (cohort A2). Patients 
received dostarlimab 500 mg every 3 weeks for 4 cycles, 
then dostarlimab 1000 mg every 6 weeks until disease 
progression. The primary endpoints were objective 
response rate (ORR) and duration of response (DOR) per 
RECIST V.1.1, as assessed by blinded independent central 
review.
Results  Screening began on April 10, 2017, and 129 and 
161 patients with advanced EC were enrolled in cohorts 
A1 and A2, respectively. The median follow-up duration 
was 16.3 months (IQR 9.5–22.1) for cohort A1 and 11.5 
months (IQR 11.0–25.1) for cohort A2. In cohort A1, ORR 
was 43.5% (95% CI 34.0% to 53.4%) with 11 complete 
responses and 36 partial responses. In cohort A2, ORR 
was 14.1% (95% CI 9.1% to 20.6%) with three complete 
responses and 19 partial responses. Median DOR was 
not reached in either cohort. In the combined cohorts, 
the majority of treatment-related adverse events (TRAEs) 
were grade 1–2 (75.5%), most commonly fatigue (17.6%), 
diarrhea (13.8%), and nausea (13.8%). Grade≥3 TRAEs 
occurred in 16.6% of patients, and 5.5% discontinued 

dostarlimab because of TRAEs. No deaths were 
attributable to dostarlimab.
Conclusion  Dostarlimab demonstrated durable antitumor 
activity in both dMMR/MSI-H (ORR 43.5%) and MMRp/MSS 
EC (ORR 14.1%) with a manageable safety profile.
Trial registration number  NCT02715284.

INTRODUCTION
Antibodies targeting programmed death 1 
(PD-1) and programmed death ligand 1 (PD-
L1) have been studied in multiple hemato-
logic and solid tumor types and in primary 
and recurrent settings.1 As a drug class, anti–
PD-(L)1 pathway–targeted therapies have 
been shown to be well tolerated and exhibit 
consistent safety profiles.2

Endometrial cancer (EC) is the most 
common gynecologic malignancy in the 
developed world and has the highest rate 
of mismatch repair deficient/microsatellite 
instability-high (dMMR/MSI-H) status of any 
tumor type; up to 30% of all ECs are classi-
fied as dMMR/MSI-H.3 The major cause of 
MSI is a defect in the DNA MMR genes that 
repair mismatched bases. Loss of expres-
sion of one or more of the MMR proteins 
(MLH1, MSH2, MSH6, and PMS2) due to 
genetic mutation or epigenetic silencing 
is associated with an accumulation of DNA 
replication errors at microsatellite regions. 
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Screening by immunohistochemistry (IHC) is used to 
test for MMR protein status, either dMMR (absence of 
one or more MMR proteins) or MMRp (presence of all 
MMR proteins). MSI is a consequence of dMMR and can 
be detected by either PCR or next-generation sequencing 
(NGS).

Molecular characterization of ECs has demonstrated 
four subgroups of EC with associated prognostic signif-
icance: POLε-mutated tumors with the most favorable 
prognosis, MMR-deficient tumors with intermediate 
prognosis, and MMR-proficient and p53-mutated tumors 
with the worst prognosis.4 Although dMMR tumors are 
more likely to be of a low-grade endometrioid histologic 
subtype, MMRp tumors, which constitute the majority 
of ECs (≈70%), comprise a variety of histologic subtypes 
associated with a poor prognosis and limited treatment 
options.5

Dostarlimab (JEMPERLI) is an IgG4-k humanized 
monoclonal antibody that binds with high affinity to PD-1, 
resulting in inhibition of binding to PD-L1 and PD-L2. In 
the USA, dostarlimab is approved as a monotherapy in 
adult patients with dMMR recurrent or advanced endo-
metrial cancer that has progressed on or after a platinum-
containing regimen.6 In the EU, dostarlimab is approved 
as a monotherapy in adult patients with recurrent or 
advanced dMMR/MSI-H EC that has progressed on or 
after treatment with a platinum-containing regimen.7

We report interim data on the antitumor activity and 
safety of dostarlimab in advanced or recurrent disease 
from two separate EC cohorts in GARNET: dMMR/
MSI-H EC (cohort A1) and MMRp/MSS EC (cohort A2). 
Accrual in both cohorts has completed.

METHODS
Study design
GARNET is a phase I, single-arm study of dostarlimab 
monotherapy in patients with advanced and recurrent 
solid tumors.

In parts 1 and 2A of the trial, the recommended thera-
peutic dose (RTD) was determined to be 500 mg intrave-
nously Q3W for four cycles, then 1000 mg intravenously 
Q6W until disease progression.

Part 2B of the ongoing GARNET study (NCT02715284) 
is exploring antitumor activity and safety in prespecified 
tumor types using the RTD. Cohorts A1 and A2 are the 
two cohorts that enrolled patients with EC.

The key inclusion criteria for cohorts A1 and A2 were 
as follows: recurrent EC that progressed on or after plat-
inum doublet therapy; ≤2 prior lines of treatment for 
recurrent or advanced disease; measurable disease at 
baseline confirmed by central radiology review; anti–
PD-(L)1 naive. All histological subtypes except sarcoma 
and carcinosarcoma were eligible.

The trial was performed in accordance with the prin-
ciples of the Declaration of Helsinki, Good Clinical Prac-
tices, and all local laws. Part 2B of the study was overseen 
by an independent data and safety monitoring committee. 

The study protocol and/or other relevant documents 
received approval by the institutional ethics committee, 
institutional review board, and/or relevant competent 
authorities at each site.

Biomarker screening
Patients were screened based on MMR/MSI testing results 
using IHC, PCR, or NGS performed in a certified local 
laboratory. In May 2019, the study was amended to specify 
that patients must have MMR IHC testing for eligibility. 
If local IHC testing was not available, central IHC testing 
was performed. Central confirmation of local IHC results 
was not required for eligibility. When results from more 
than one test (MMR or MSI) were available for a patient, 
the patient was classified by their MMR status. In cases 
where MMR testing was inconclusive (MMR unknown 
(MMRunk)), patients were classified by their MSI status. 
Patients with MSI-H and MMRunk EC were grouped with 
the patients with dMMR EC, and patients with MSS and 
MMRunk EC were grouped with the patients with MMRp 
EC. Patients with MMR IHC testing results were not 
required to have MSI testing performed.

Pathology
Histopathologic testing was performed by local laborato-
ries. No central histopathological review was conducted.

Exploratory biomarkers
Biomarker testing was conducted to determine PD-L1 
expression, tumor mutational burden (TMB), and POLε 
exonuclease domain mutations (POLεmut). PD-L1 
expression was determined by combined positive score 
by Ventana assay. TMB status was determined by Foun-
dation One test; TMB-high (TMB-H) was defined as ≥10 
mutations/Mb. POLεmut status was determined by PCR 
amplification and Sanger sequencing; mutations between 
residues 268 and 471 were classified as POLεmut. All 
biomarker analyses are post hoc.

Enrolling sites
This is an international trial with 123 sites. Enrolling sites 
for cohort A1 (dMMR EC) and A2 (MMRp EC) are listed 
in the supplemental appendix.

Endpoints
The primary objective for each cohort (A1 and A2) was 
to evaluate the antitumor activity of dostarlimab per the 
objective response rate (ORR) and duration of response 
(DOR) by blinded independent central review (BICR) 
using Response Evaluation Criteria in Solid Tumors 
(RECIST) v1.1.

The prespecified secondary objectives for both cohorts 
A1 and A2 included immune-related ORR (irORR), 
immune-related disease control rate (irDCR), and irDOR 
based on investigators’ assessment using immune-related 
RECIST (irRECIST) and DCR based on BICR using 
RECIST v1.1.
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Safety analyses
Safety analyses included incidence of treatment-emergent 
adverse events (TEAEs), immune-related AEs of interest 
(irAEIs), and serious adverse events (SAEs) occurring 
while patients were on treatment or up to 90 days after 
the end of treatment. Any changes in clinical labora-
tory parameters (hematology, chemistry, thyroid func-
tion, coagulation, urinalysis) and Common Terminology 
Criteria for Adverse Events (CTCAE) v4.03-graded labora-
tory toxicities, vital signs, Eastern Cooperative Oncology 
Group performance status, ECG parameters, physical 
examinations, and usage of concomitant medications 
were recorded.

No formal hypothesis-testing analysis of AE incidence 
rates was performed.

Potential sources of bias
In this interim analysis (data immature), an efficacy-
evaluable subpopulation is being used from an ongoing 
single-arm study.

The enrollments for cohorts A1 and A2 were separate, 
and the number of patients enrolled in the cohorts does 
not reflect the natural distribution of dMMR/MMRp 
status in patients with EC.

Sample size
Cohort A1 was designed to enroll approximately 100 
patients with dMMR/MSI-H EC, with the potential for up 
to 165 patients. Cohort A2 was designed to enroll approx-
imately 125 patients with MMRp/MSS EC, with the poten-
tial for up to 250 patients.

For cohort A1 in part 2B, the null hypothesis that the 
true response rate is ≤20% (H0: p≤0.2) was tested against 
a one-sided alternative of  ≥40% (Ha: p≥0.4). With 65 
patients treated, the cohort has a 92% power to rule out 
a ≤20% ORR (null hypothesis) when the true ORR is 40% 
at the 2.5% type I error rate (one-sided). The sample size 

of cohort A1 was increased to 100 patients, which allowed 
the lower-limit boundary of the exact 95% CI to exclude a 
response rate of 25% or less assuming the observed ORR 
is 35%.

For cohort A2 in part 2B, a two-stage design was used. 
The null hypothesis that the true response rate is ≤5% 
(H0: p≤0.05) was tested against a one-sided alternative 
of ≥15% (Ha: p≥0.15). In the first stage, 25 patients were 
accrued. Because two or more responses were observed, 
approximately 40 additional patients were accrued for an 
approximate total of 65. This design yields a type I error 
rate of 10% (one-sided) and power of 87% when the true 
response rate is 15%.

Based on encouraging clinical activity seen from the 
first stage of the cohort A2, the sample size of cohort A2 
was increased to 125 patients with the potential for up 
to 250 patients to allow for testing the estimate of ORR 
more precisely with the lower limit of the exact 95% CI, 
excluding a response rate of 15% or less.

Statistics
All statistical outputs were generated using SAS (V.9.4). 
Patient demographics, baseline characteristics, safety, 
and efficacy results were summarized descriptively. All 
patients who received at least one dose of dostarlimab by 
the data cut-off date were included in the safety analysis. 
All patients who received at least one dose of dostarlimab, 
had at least one BICR-confirmed measurable lesion at 
baseline, and had the opportunity to be followed for at 
least 6 months as of the data cut-off date were included in 
the efficacy-evaluable population, regardless of whether 
the patient had a postbaseline tumor assessment.

Point estimates and exact two-sided 95% CIs were 
provided for ORR and irORR; DOR and irDOR were 
analyzed using the Kaplan-Meier method. Patients who 
did not achieve a confirmed response were excluded from 

Figure 1  Enrollment and outcomes. *Twenty-one patients had no measurable disease by BICR at baseline (n=9) or had 
insufficient follow-up time (<6 months, n=12) and were excluded from this interim analysis efficacy-evaluable population; 
three patients with <6 months of follow-up time who had discontinued treatment (each with a best response of not evaluable) 
were included in the efficacy-evaluable population. †Sixteen patients had no measurable disease by BICR at baseline or had 
insufficient follow-up time (<6 months) and were excluded from this interim analysis efficacy-evaluable population. BICR, 
blinded independent central review; dMMR, mismatch repair deficient; EC, endometrial cancer; MMR, mismatch repair 
proficient; MMRun, mismatch repair unknown; MSI-H, microsatellite instability-high; MSS, microsatellite stable.
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the DOR and irDOR analysis. Median follow-up time was 
calculated using the reverse Kaplan-Meier method.

Role of the funding source
The trial was designed by GlaxoSmithKline (originally 
designed and funded by Tesaro, acquired by GlaxoSmith-
Kline in 2018), in collaboration with the authors. The 
sponsor provided support for the statistical analyses of 
the data and funded a medical writer for the report. The 
authors performed the collection, analysis, and interpre-
tation of the data. The authors had the final decision to 
submit the manuscript for publication. The manuscript 
was written by the authors with medical writing assistance 
funded by GlaxoSmithKline. GlaxoSmithKline had a 
role in the design and conduct of the study; collection, 
management, analysis, and interpretation of the data; 
preparation, review, or approval of the manuscript; 
and decision to submit the manuscript for publication. 
GlaxoSmithKline collaborated with the investigators in 
designing the trial, provided the study drug, coordinated 
the management of the study sites, funded the statistical 
analysis, and provided medical writing support. Authors 
employed by GlaxoSmithKline, in coordination with all 
authors, were involved in preparation, review, approval, 
and decision to submit the manuscript.

RESULTS
Patients
The study was initiated on April 10, 2017, and enrollment 
in both cohorts is complete. Data analysis was performed 
using a data cut date of March 1, 2020.

In total, 129 patients with dMMR or MSI-H and 
MMRunk EC (cohort A1) and 161 patients with MMRp 
or MSS and MMRunk EC (cohort A2) were enrolled and 
dosed with dostarlimab (figure 1). Antitumor activity was 
assessed in the efficacy-evaluable population (figure  1), 
which includes patients enrolled on or before September 
15, 2019 (24 weeks before the data cut-off date) and an 
additional three patients in the A1 cohort who had <24 
weeks’ follow-up and had discontinued treatment prior 
to the data cut-off date (each with a best response of not 
evaluable). The median follow-up time was 16.3 months 
among the A1 efficacy-evaluable patients and 11.5 
months among the A2 efficacy-evaluable patients, based 
on the reverse Kaplan-Meier method. Safety analyses 
were performed in all patients who received ≥1 dose of 
dostarlimab.

The median age of patients was 64.5 years in the 
dMMR/MSI-H cohort and 64.5 years in the MMRp/MSS 
cohort (table 1). The majority of patients with dMMR/
MSI-H EC (65.7%; 71/108) had low-grade (grade 1 or 2) 
endometrioid carcinoma at primary diagnosis. Patients 
with MMRp/MSS EC demonstrated more variation in 
histologic subtype, and high-grade tumors were common, 
particularly serous histologic subtype (37.8%; 59/156).

Antitumor activity
The ORR per RECIST v1.1 was 43.5% (95% CI 34.0% 
to 53.4%) in patients with dMMR/MSI-H, with 11 

(10.2%) confirmed complete responses and 36 (33.3%) 
confirmed partial responses. The ORR was 14.1% (95% 
CI 0.1% to 20.6%) in patients with MMRp/MSS EC, with 
3 (1.9%) confirmed complete responses and 19 (12.2%) 
confirmed partial responses (table 2). The median time 
to response was 11.9 weeks in the patients with dMMR EC 
and 12.1 weeks in the patients with MMRp EC. Among the 
responders, the median DOR was not reached in either 
cohort: 42 (89.4% of responders) patients with dMMR/
MSI-H EC and 14 (63.6% of responders) patients with 
MMRp/MSS EC remain in response as of the data cut-off 

Table 1  Demographics and baseline characteristics

Characteristic
dMMR/MSI-H 
EC (n=108)

MMRp/MSS 
EC (n=156)

Age, median (IQR), years 64.5 (58.5–69.5) 64.5 (30–86)

Disease status, n (%)

 � Advanced 58 (53.7) 98 (62.8)

 � Recurrent 50 (46.3) 57 (36.5)

 � Unknown 0 1 (0.6)

FIGO stage at primary 
diagnosis, n (%)

 � Stage I 41 (38.0) 46 (29.5)

 � Stage II 9 (8.3) 11 (7.1)

 � Stage III 38 (35.2) 43 (27.6)

 � Stage IV 20 (18.5) 55 (35.3)

 � Unknown 0 1 (0.6)

Histologic subtype, n (%)

 � Grade 1 or 2 
endometrioid carcinoma

71 (65.7) 35 (22.4)

 � Serous 5 (4.6) 59 (37.8)

 � Clear cell 1 (0.9) 10 (6.4)

 � Squamous 1 (0.9) 3 (1.9)

 � Undifferentiated 4 (3.7) 3 (1.9)

 � Carcinosarcoma 0 2 (1.3)

 � Mixed carcinoma 6 (5.6) 11 (7.1)

 � Type II EC, NOS 14 (13.0) 24 (15.4)

 � Adenocarcinoma† 5 (4.6) 9 (5.8)

 � Unknown 1 (0.9) 0

Prior lines of therapy, n 
(%)*

 � 1 69 (63.9) 72 (46.2)

 � 2 27 (25.0) 67 (42.9)

 � ≥3 12 (11.1) 17 (10.9)

Prior radiation, n (%) 77 (71.3) 95 (60.9)

*Includes lines of the therapy in the adjuvant setting.
†Includes adenocarcinoma and adenocarcinoma with ambiguous 
differentiation
dMMR, mismatch repair deficient; EC, endometrial cancer; FIGO, 
International Federation of Gynaecology and Obstetrics; MMRp, 
mismatch repair proficient; MSI-H, microsatellite instability-high; 
MSS, microsatellite stable; NOS, not otherwise specified.
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date. The DCR was 55.6% (95% CI 45.7% to 65.1%) in 
the patients with dMMR/MSI-H EC and 34.6% (95% CI 
27.2% to 42.6%) in the patients with MMRp/MSS EC.

In both cohorts, responses were seen across histologic 
subtypes. The greatest percent change in target lesion 
size relative to baseline by histologic subtype is shown in 
figures 2 and 3. Similarly, DOR among responders showed 
consistency across histological subtypes (figures 2 and 3).

The key secondary endpoints—irORR, irDCR, and 
irDOR by investigator assessment—showed antitumor 

activity consistent with the assessments by BICR per 
RECIST v1.1 (online supplemental table 1).

At the time of data cut-off, progression-free survival 
(PFS) data for the efficacy populations (n=108 and n=156) 
were immature, with 47.2% and 17.9% of the patients’ 
data being censored.

For the subset of 72 patients with dMMR/MSI-H 
EC who had a minimum of ≥13.5 months of follow-up 
(median follow-up was 19.2 months), median PFS was 

Table 2  Antitumor activity

Cohort A1

dMMR (n=106) MSI-H and MMRunk (n=2) Overall (n=108)

Median follow-up (IQR), months 13.8 (9.5–22.1) 11.1 (0.03–22.1) 16.3 (9.5–22.1)

ORR, n (%, 95% CI) 46 (43.4, 33.8 to 53.4) 1 (50.0, 1.3 to 98.7) 47 (43.5, 34.0 to 53.4)

Best confirmed response, n (%)

 � CR 11 (10.4) 0 11 (10.2)

 � PR 35 (33.0) 1 (50.0) 36 (33.3)

 � SD 13 (12.3) 0 13 (12.0)

 � PD 39 (36.8) 0 39 (36.1)

 � NE 8 (7.5) 1 (50.0) 9 (8.3)

DCR, n (%) 59 (55.7) 1 (50.0) 60 (55.6)

Response ongoing 41 of 46 (89.1%) 1 of 1 (100%) 42 of 47 (89.4%)

Median DOR Not reached Not reached Not reached

K-M estimated probability of remaining in response, %

 � 6 months 97.8 100 97.9

 � 12 months 90.6 100 90.9

 � 18 months 79.2 100 80.1

Cohort A2

MMRp (n=142) MSS and MMRunk (n=14) Overall (n=156)

Median follow-up (IQR), months 11.5 (11.0–25.1) 10.4 (10.4–30.3) 11.5 (11.0–25.1)

ORR, n (%, 95% CI) 19 (13.4, 8.3 to 20.1) 3 (21.4, 4.7 to 50.8) 22 (14.1, 9.1 to 20.6)

Best confirmed response, n (%)

 � CR 3 (2.1) 0 3 (1.9)

 � PR 16 (11.3) 3 (21.4) 19 (12.2)

 � SD 31 (21.8) 1 (7.1) 32 (20.5)

 � PD 77 (54.2) 8 (57.1) 85 (54.5)

 � NE 15 (10.6) 2 (14.3) 17 (10.9)

DCR, n (%) 50 (35.2) 4 (28.6) 54 (34.6)

Response ongoing 12 of 19 (63.2%) 2 of 3 (66.7%) 14 of 22 (63.6%)

Median DOR Not reached Not reached Not reached

K-M estimated probability of remaining in response, %

 � 6 months 83 66.7 80.7

 � 12 months 61.3 66.7 62.1

 � 18 months 61.3 66.7 62.1

, ; CR, complete response; DCR, disease control rate; dMMR, mismatch repair deficient; DOR, duration of response; K-M, Kaplan-
Meier; MMRp, mismatch repair proficient; MMRunk, mismatch repair unknown; MSI-H, microsatellite instability-high; MSS, microsatellite 
stable; NE, not evaluable; ORR, objective response rate; PD, progressive disease; PR, partial response; SD, stable disease.
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12.2 months. The median overall survival had not been 
reached in this same population.

Exploratory subgroup analyses by number of prior lines 
of therapy, tumor mutational burden, PD-L1 status, and 
MMR protein loss (dMMR cohort only) status can be 
found in online supplemental figure 1. Across subgroups 
in each cohort, response rates were generally similar to 
the overall response for that cohort. The ORR of 45.5% 
(95% CI 76.6% to 16.7%) in TMB-H MMRp/MSS EC 
is interesting, but it represents only a small number 
of patients within the cohort (5 responders among 
11 patients with TMB-H status). POLε exonuclease 

mutations were detected in 3 patients with dMMR/MSI-H 
EC (2 responders) and 2 patients with MMRp/MSS EC (0 
responders).

Safety
The safety profile of dostarlimab was consistent with prior 
reports, with most TRAEs being grade 1 or 2 (table 3). 
Treatment-related adverse events (TRAEs) were consis-
tent between the dMMR/MSI-H and MMRp/MSS 
cohorts. Accordingly, these patients are presented as 
a combined group (N=290). For the combined patient 

Figure 2  Best percent change from baseline in target lesion size. CR, complete response; dMMR, mismatch repair deficient; 
EC, endometrial cancer; MSI-H, microsatellite instability-high; PD, progressive disease; PR, partial response; SD, stable 
disease. *Includes adenocarcinoma and adenocarcinoma with ambiguous differentiation
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population, the most common any-grade TRAEs were 
fatigue (17.6%), diarrhea (13.8%), and nausea (13.8%).

The most common grade ≥3 TRAEs were anemia (2.8%), 
alanine aminotransferase (ALT) increased (1.4%), diar-
rhea (1.4%), fatigue (1.4%), amylase increased (1.4%), 
and lipase increased (1.4%) for the combined patient 
population. Immune-related TRAEs are shown in online 
supplemental table 2.

There were 16 (5.5%) discontinuations due to TRAEs; 
the most common TRAEs leading to discontinuation 
were ALT increase (1.0%), aspartate transaminase (AST) 
increase (0.7%), and transaminase increase (0.7%). The 
protocol mandates discontinuation of dostarlimab when 
a grade ≥3 AST or ALT increase is observed. Further data 
on discontinuations due to TRAEs are shown in online 
supplemental table 3. Grade ≥3 TRAEs that occurred 
in ≥2 (0.5%) patients by grade (combined A1+A2 cohorts, 
N=290) are shown in online supplemental table 4; the 
majority of grade ≥3 TRAEs were grade 3.

No deaths were attributable to dostarlimab.
The safety profile in EC cohorts was consistent with the 

safety profile seen across other tumor types in GARNET. 
Pooled TEAE data for the 515 patients enrolled and 
dosed in GARNET part 2B cohorts are shown in online 
supplemental table 5.

DISCUSSION
Dostarlimab demonstrated durable antitumor activity in 
patients with dMMR/MSI-H EC and patients with MMRp/

MSS EC. The ORR in dMMR/MSI-H EC was higher than 
in MMRp/MSS EC. This finding was consistent with the 
known characteristics of dMMR/MSI tumors, whose muta-
tions are associated with increased tumor neoantigen 
load, tumor-infiltrating lymphocytes, and increased PD-1 
and PD-L1 expression, which can stimulate responses 
to immune checkpoint inhibition.8 Among responders 
(43.5% in patients with dMMR/MSI-H EC and 14.1% 
in patients with MMRp/MSS EC), durable responses 
were seen in both dMMR/MSI-H and MMRp/MSS EC; 
89.4% of responders with dMMR/MSI-H EC and 63.6% 
of responders with MMRp/MSS EC remain in response 
as of the data cut-off date. The safety profile was manage-
able, consistent with prior experience, and similar to that 
of other anti–PD-1 antibodies.

To our knowledge, these cohorts represent the largest 
populations of patients with dMMR/MSI-H and MMRp/
MSS EC treated with an anti–PD-1 antibody monotherapy 
reported for other anti–PD-1 antibodies in solid tumors, 
including studies in EC of pembrolizumab,9 10 avelumab,11 
and durvalumab,12 13 all with smaller sample sizes.

The results for patients with dMMR/MSI-H EC (cohort 
A1) from an earlier interim data cut have been previously 
published and were restricted to patients with confirmed 
dMMR status.14 The updated data presented here provide 
an additional 8 months of follow-up on the initial patients 
and increase the number of patients with available data. 
Conclusions on antitumor activity and safety are consis-
tent with that report.

Figure 3  Duration of response among responders. Graphs show time since treatment initiation, and scans prior to the first 
response (SD or NE scans) are shown. The first response is shown, and hash marks indicate follow-up scans with the same 
response. In cases where a patient converted from a PR to a CR, the first PR is shown, with hash marks indicating further scans 
with a PR, then the first CR scan is shown, and subsequent hash mark(s) indicate follow-up scans with a result of CR. CR, 
complete response; EC, endometrial cancer; MMRp, mismatch repair proficient; MSS, microsatellite stable; NE, not evaluable; 
PD, progressive disease; PR, partial response; SD, stable disease. *Includes adenocarcinoma and adenocarcinoma with 
ambiguous differentiation
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The ORR was lower in patients with MMRp/MSS EC 
than in patients with dMMR/MSI-H EC, but the responses 
were durable, and the DCR of 34.6% seen in MMRp/
MSS EC suggests an encouraging clinical benefit from 
dostarlimab.

During the last decades, treatment options in the 
advanced/recurrent EC setting have included single-
agent chemotherapy (paclitaxel or doxorubicin); re-treat-
ment with platinum-based chemotherapy, single-agent 
bevacizumab; and hormonal therapies, each with limited 
benefit.15 For patients with advanced/recurrent dMMR/
MSI-H EC, additional treatments are available. In the USA, 
pembrolizumab and dostarlimab monotherapy are both 
approved. In the EU, dostarlimab is the only anti–PD-1 
agent approved for patients with dMMR/MSI-H EC who 
have failed platinum therapy. Lenvatinib and pembroli-
zumab combination therapy is currently approved for 
patients with EC who are not dMMR/MSI-H in the USA, 
Canada, and Australia. While antitumor activity of this 
combination is compelling, the safety profile is chal-
lenging, with a 66.9% incidence of grade ≥3 TRAEs and a 
17.7% discontinuation rate of one or both drugs.16

Treatment for patients with advanced/recurrent EC 
MMRp/MSS remains an area of high unmet need.

Limitations
The limitations include independent enrollment of the 
two EC cohorts, which prevented time coordination in 
patients being assigned to the A1 or A2 cohorts. Robust 
translational analyses including PD-L1 expression, tumor 
mutational burden, and other biomarkers are limited to 
exploratory post hoc analyses. The study did not assess 
whether MMR testing by IHC, or MSI testing by PCR or 
NGS was superior for identifying responders; however, 
the results do demonstrate that MMR testing by IHC is 
predictive of response to dostarlimab.

In addition, the data are immature as this is an interim 
analysis. GARNET is a single-arm trial of dostarlimab and 
was not designed to assess superiority or equivalence with 
other therapies. Although responses were seen across EC 
histologies, the study is not powered to assess response 
rate by histologic subtype.

An ongoing randomized phase III trial of dostarlimab in 
combination with chemotherapy versus standard-of-care 

Table 3  Safety

Parameter, n (%)

dMMR/
MSI-H EC
(N=129)

MMRp/
MSS EC
(N=161)

Overall
(N=290)

Safety summary

 � Any TEAE 123 (95.3) 161 (100) 284 (97.9)

 �   Grade≥3 TEAE 62 (48.1) 90 (55.9) 152 (52.4)

 � Any-grade TRAE 82 (63.6) 114 (70.8) 196 (67.6)

 �   Grade≥3 TRAE 17 (13.2) 31 (19.3) 48 (16.6)

 � Treatment-related 
SAE

12 (9.3) 13 (8.1) 25 (8.6)

 � Any TRAE leading 
to discontinuation

5 (3.9) 11 (6.8) 16 (5.5)

 � TRAE leading to 
death

0 0 0

Any-grade TRAEs in >5% of patients

 � Fatigue 17 (13.2) 34 (21.1) 51 (17.6)

 � Diarrhea 21 (16.3) 19 (11.8) 40 (13.8)

 � Nausea 16 (12.4) 24 (14.9) 40 (13.8)

 � Asthenia 18 (14.0) 13 (8.1) 31 (10.7)

 � Anemia 9 (7.0) 18 (11.2) 27 (9.3)

 � Hypothyroidism 9 (7.0) 16 (9.9) 25 (8.6)

 � Arthralgia 11 (8.5) 10 (6.2) 21 (7.2)

 � Rash 7 (5.4) 14 (8.7) 21 (7.2)

 � Vomiting 5 (3.9) 17 (10.6) 21 (7.2)

 � AST increased 4 (3.1) 15 (9.3) 19 (6.6)

 � Pruritus 11 (8.5) 7 (4.3) 18 (6.2)

 � Decreased 
appetite

5 (3.9) 13 (8.1) 18 (6.2)

 � ALT increased 5 (3.9) 13 (8.1) 18 (6.2)

 � Amylase 
increased

5 (3.9) 11 (6.8) 16 (5.5)

Grade ≥3 TRAEs that occurred in ≥2 (0.5%) patients

 � Anemia 5 (3.9) 3 (1.9) 8 (2.8)

 � ALT increased 2 (1.6) 2 (1.2) 4 (1.4)

 � Diarrhea 2 (1.6) 2 (1.2) 4 (1.4)

 � Fatigue 0 4 (2.5) 4 (1.4)

 � Lipase increased 3 (2.3) 1 (0.6) 4 (1.4)

 � Amylase 
increased

1 (0.8) 3 (1.9) 4 (1.4)

 � AST increased 0 3 (1.9) 3 (1.0)

 � Hyperglycemia 0 3 (1.9) 3 (1.0)

 � Colitis 2 (1.6) 0 2 (0.7)

 � Constipation 1 (0.8) 1 (0.6) 2 (0.7)

 � Hypertension 1 (0.8) 1 (0.6) 2 (0.7)

 � Nausea 0 2 (1.2) 2 (0.7)

 � Pulmonary 
embolism

1 (0.8) 1 (0.6) 2 (0.7)

Continued

Parameter, n (%)

dMMR/
MSI-H EC
(N=129)

MMRp/
MSS EC
(N=161)

Overall
(N=290)

 � Transaminases 
increased

2 (1.6) 0 2 (0.7)

ALT, alanine aminotransferase; AST, aspartate transaminase; 
dMMR, mismatch repair deficient; EC, endometrial cancer; MMR, 
mismatch repair proficient; MMRp, mismatch repair proficient; 
MSI-H, microsatellite instability-high; MSS, microsatellite stable; 
SAE, serious adverse event; TEAE, treatment-emergent adverse 
event; TRAE, treatment-related adverse event.

Table 3  Continued
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chemotherapy in advanced or recurrent EC is enrolling 
(RUBY; NCT03981796); patients with either dMMR/
MSI-H or MMRp/MSS EC are eligible.

Conclusion
The presented cohorts are the largest prospective eval-
uation of a PD-(L)1 monotherapy in EC to date. Dostar-
limab demonstrated durable antitumor activity in both 
dMMR/MSI-H and MMRp/MSS advanced/recurrent 
EC. Consistent with previous reports, confirmed dMMR 
status by IHC or MSI status by PCR or NGS was associ-
ated with a higher response rate.17 In EC, IHC analysis for 
MLH1, PMS2, MSH2, and MSH6 protein expression on 
paraffin-embedded tumor samples is established as the 
preferred testing method because of its low cost and wide 
availability.18

Dostarlimab demonstrated a notable DCR in patients 
with MMRp/MSS EC, a cohort that has more patients 
with high-grade ECs, a characteristic associated with a 
worse prognosis. Further classification of the MMRp 
responders is ongoing and may provide useful insights 
on the patients who responded to dostarlimab. No new 
safety signals were detected, and safety profile was consis-
tent among patients with dMMR/MSI-H and MMRp/
MSS EC. Only 5.5% of patients discontinued dostarlimab 
because of a TRAE, and no treatment-related deaths were 
reported.

Author affiliations
1Gynaecologic Cancer Programme, Vall d'Hebron Institute of Oncology (VHIO), 
Hospital Universitari Vall d’Hebron, Vall d’Hebron Barcelona Hospital Campus, 
Barcelona, Spain
2Department of Gynecologic Oncology, McGill University Health Centre Research 
Institute, Montreal, Quebec, Canada
3Department of Medicine, BC Cancer, Vancouver, British Columbia, Canada
4Division of Gynecologic Oncology, Levine Cancer Institute, Atrium Health, Charlotte, 
North Carolina, USA
5Department of Gynecological Oncology, Women and Infants Hospital of Rhode 
Island, Providence, Rhode Island, USA
6Gynecologic Oncology and Pelvic Surgery, Swedish Cancer Institute, Seattle, 
Washington State, USA
7Department of Medical Oncology, Institut Paoli Calmettes, Aix-Marseille University, 
Marseille, France
8Department of Obstetrics and Gynecology, The Ohio State University James 
Comprehensive Cancer Center, Columbus, Ohio, USA
9Gynecologic Oncology Service, Department of Obstetrics and Gynecology, 
Université de Montréal, Montreal, Québec, Canada
10START Madrid-CIOCC, Centro Integral Oncológico Clara Campal, Hospital 
Universitario HM Sanchinarro, Madrid, Spain
11Department of Gynecological Oncology, Emily Couric Clinical Cancer Center, 
University of Virginia, Charlottesville, Virginia, USA
12Georgia Cancer Center, Augusta University, Augusta, Georgia, USA
13Department of Gynecological Oncology, University of Calgary, Calgary, Alberta, 
Canada
14Department of Oncology, Guy’s and St Thomas’ Hospital NHS Foundation Trust, 
London, UK
15O’Neal Comprehensive Cancer Center, University of Alabama at Birmingham, 
Birmingham, Alabama, USA
16GlaxoSmithKline, Waltham, Massachusetts, USA
17Department of Obstetrics and Gynecology, NYU Langone Health, Perlmutter 
Cancer Center, New York University, New York, New York, USA

Acknowledgements  This study (NCT02715284) was sponsored by 
GlaxoSmithKline (Waltham, MA). Writing and editorial support, funded by 

GlaxoSmithKline (Waltham, MA, USA) and coordinated by Heather Ostendorff-
Bach, PhD, of GlaxoSmithKline, were provided by Nicole Renner, PhD, and Jennifer 
Robertson, PhD, of Ashfield MedComms, an Ashfield Health company (Middletown, 
CT, USA). Trademarks are owned by or licensed to the GSK group of companies.

Contributors  EI and WG, with input from the clinical investigators (authors and 
investigators acknowledged in the supplemental appendix), designed the trial. AO, 
LG, AT, JB, CM, JP, RS, DMO'M, VS, VB, LD, SG, PG, RK, CL, BP, and investigators 
acknowledged in the supplemental appendix collected the data. WG, TD, and XH 
completed the statistical analysis. JV and SZ provided logistical management of the 
trial. All authors interpreted the data, contributed to the writing, and provided final 
approval to submit for publication. AO and JV are responsible for the overall content 
as guarantors.

Competing interests  AO reports consulting fees from AstraZeneca, Bristol Meyers 
Squibb, Deciphera Pharmaceutical, Genmab, GlaxoSmithKline, ImmunoGen, 
Mersana Therapeutics, SUTRA, and Roche; institutional grants from Abbie 
Deutschland, Ability Pharmaceuticals, Advaxis Inc, Aeterna Zentaris, Amgen SA, 
Aprea Therapeutics AB, Clovis Oncology Inc, Eisai Ltd, F. Hoffmann-La Roche Ltd, 
GlaxoSmithKline, ImmunoGen Inc, and Merck Sharp & Dohme de Espana SA, 
Millennium Pharmaceuticals Inc, PharmaMar, and Regeneron Pharmaceuticals, 
and travel support from AstraZeneca, Clovis Oncology, PharmaMar, and Roche. LG 
reports institutional grants from AstraZeneca, Pfizer, and Merck Sharp & Dohme, 
Karyopharm, Tesaro, IMV, Alkermes, Clovis, ImmunoGen Inc, Roche, Mersana, 
Esperas, Novocure GmbH, OncoQuest Pharmaceuticals; consulting fees from Merck; 
honoraria from AstraZeneca, GlaxoSmithKline, Eisai, Eisai-Merck, and Alkermes. AVT 
reports institutional grants from AstraZeneca and personal fees from AstraZeneca 
and Eisai. JB reports honoraria from Olympus; consulting or advisory role at Caris, 
GlaxoSmithKline, Clovis, AstraZeneca, and Genentech; and speakers’ bureau at 
Clovis. CM reports institutional grants from GlaxoSmithKline. JP has nothing to 
disclose. RS reports institutional grants from AstraZeneca and Eisai; personal fees 
from AstraZeneca, GlaxoSmithKline, Novartis, Pfizer, and Roche; and nonfinancial 
support from Amgen, AstraZeneca, Pfizer, and Roche. DMO'M reports personal 
fees from Agenus, Array Biopharma, Eisai, GlaxoSmithKline, and ImmunoGen; 
consultant/advisory board for Abbvie, Ambry, Amgen, Clovis, EMD Serono, Ergomed, 
Janssen/J&J, Myriad Genetics, Novacure, Regeneron, Tarveda, and VentiRx; steering 
committee for Genentech/Roche and Merck; institutional funding from Ajinomoto 
Inc, Bristol Myers Squibb, Cerulean Pharma, GOG Foundation, INC Research Inc, 
Inventiv Health Clinical, Iovance Biotherapeutics Inc, Ludwig Cancer Research, 
New Mexico Cancer Care Alliance, PRA International, Serono Inc, Stemcentrx 
Inc, Tracon Pharmaceuticals, and Yale University. VS has nothing to disclose. VB 
reports consulting or advisory roles at Guidepoint Global and OncoArt; speakers’ 
bureau fees from Solti; travel support from START; honoraria from Loxo and IDEAYA 
Biosciences; and institutional grants from Abbvie, Adaptimmune, Alkermes, Amgen, 
Array BioPharma, AstraZeneca, Bayer, BioNTech AG, Boehringer Ingelheim, Boston 
Biomedical, Bristol Myers Squibb, CytomX Therapeutics, Genmab, GlaxoSmithKline, 
Incyte, Janssen Oncology, Kura Oncology, Lilly, Loxo, Menarini, Merck, Merus, 
Novartis, Pfizer, Pumo Biotechnology, Roche/Genentech, Sanofi, Seattle Genetics, 
Synthon, and Zenith Epigenetics. LD reports personal fees from Advance Medical, 
ASCO, AstraZeneca, British Journal of OB/GYN, ClearView Health Care, Cue 
Biopharma, Elsevier, Genentech/Roche, Innovio, JB Learning, Merck, MorphoTek, 
National Cancer Institute, Parexel, State of California, and UpToDate; and 
institutional grants from Abbvie, Advaxis, Aduro BioTech, Cerulean/NextGen, Eisai, 
Genentech/Roche, GlaxoSmithKline, Inovio, LEAP Therapeutics, Ludwig, Lycera, 
Morab, Morphotek, Merck, Novartis, Pfizer, and Syndax. SG reports consulting or 
advisory role from Seattle Genetics; speakers’ bureau fees from GlaxoSmithKline; 
and institutional research funding from Abbvie, Advaxis, Bristol Myers Squibb, 
Clovis, Genentech, GlaxoSmithKline, Merck, Roche, Seattle Genetics, and Takeda. 
PG has nothing to disclose. RK reports personal fees from GlaxoSmithKline. CL 
reports contracted research for GlaxoSmithKline and scientific advisory board fees 
from GlaxoSmithKline, Eisai, Clovis Oncology, Seattle Genetics, and AbbVie. WG is a 
former employee of GlaxoSmithKline. EI is a former employee of GlaxoSmithKline. 
SZ, XH, TD, and JV are employees of GlaxoSmithKline. BP reports institutional grants 
support from Tesaro/GSK, AstraZeneca, Merck, Genentech/Roche, Celsion, Mersana, 
Karyopharm, and Clovis Oncology; and advisory board fees from Tesaro/GSK, 
AstraZeneca, Merck, Eisai, Toray, Mersana, Elevar Therapeutics, Arquer Diagnostics, 
Sutro Biopharma, and Clovis Oncology.

Patient consent for publication  Not applicable.

Ethics approval  This study involves human participants and the ethics committee 
at each investigational site approved the protocol. Participants gave informed 
consent to participate in the study before taking part.

Provenance and peer review  Not commissioned; externally peer reviewed.

P
rotected by copyright.

 on A
pril 18, 2023 at H

ospital U
niversitari V

all d'H
ebron.

http://jitc.bm
j.com

/
J Im

m
unother C

ancer: first published as 10.1136/jitc-2021-003777 on 21 January 2022. D
ow

nloaded from
 

http://jitc.bmj.com/


10 Oaknin A, et al. J Immunother Cancer 2022;10:e003777. doi:10.1136/jitc-2021-003777

Open access�

Data availability statement  Data are available on reasonable request. 
Anonymized individual participant data and study documents can be requested for 
further research (www.clinicalstudydatarequest.com).

Supplemental material  This content has been supplied by the author(s). It has 
not been vetted by BMJ Publishing Group Limited (BMJ) and may not have been 
peer-reviewed. Any opinions or recommendations discussed are solely those 
of the author(s) and are not endorsed by BMJ. BMJ disclaims all liability and 
responsibility arising from any reliance placed on the content. Where the content 
includes any translated material, BMJ does not warrant the accuracy and reliability 
of the translations (including but not limited to local regulations, clinical guidelines, 
terminology, drug names and drug dosages), and is not responsible for any error 
and/or omissions arising from translation and adaptation or otherwise.

Open access  This is an open access article distributed in accordance with the 
Creative Commons Attribution Non Commercial (CC BY-NC 4.0) license, which 
permits others to distribute, remix, adapt, build upon this work non-commercially, 
and license their derivative works on different terms, provided the original work is 
properly cited, appropriate credit is given, any changes made indicated, and the use 
is non-commercial. See http://creativecommons.org/licenses/by-nc/4.0/.

ORCID iD
Ana Oaknin http://orcid.org/0000-0002-3592-7194

REFERENCES
	 1	 Upadhaya S, Yu A. FDA approval timeline of active immunotherapies: 

timeline of anti-PD-1/L1 antibody approvals by the FDA. Available: 
https://www.cancerresearch.org/en-us/scientists/immuno-oncology-​
landscape/fda-approval-timeline-of-active-immunotherapies 
[Accessed 21 Aug 2021].

	 2	 Martins F, Sofiya L, Sykiotis GP, et al. Adverse effects of immune-
checkpoint inhibitors: epidemiology, management and surveillance. 
Nat Rev Clin Oncol 2019;16:563–80.

	 3	 Mittica G, Ghisoni E, Giannone G, et al. Checkpoint inhibitors 
in endometrial cancer: preclinical rationale and clinical activity. 
Oncotarget 2017;8:90532–44.

	 4	 Kandoth C, Schultz N, Cancer Genome Atlas Research Network,. 
et al. Integrated genomic characterization of endometrial carcinoma 
[published correction appears in Nature 2013;500(7461):242]. Nature 
2013;497:67–73.

	 5	 Fountzilas E, Kotoula V, Pentheroudakis G, et al. Prognostic 
implications of mismatch repair deficiency in patients with 
nonmetastatic colorectal and endometrial cancer. ESMO Open 
2019;4:e000474.

	 6	 Rosa K. FDA approves dostarlimab-gxly for dMMR recurrent or 
advanced solid tumors. Available: https://www.onclive.com/view/fda-​
approves-dostarlimab-gxly-for-dmmr-recurrent-or-advanced-solid-​
tumors [Accessed 21 Aug 2021].

	 7	 Mauro G. Dostarlimab approved in Europe for advanced dMMR 
endometrial cancer. Available: https://www.onclive.com/view/​
dostarlimab-approved-in-europe-for-advanced-dmmr-endometrial-​
cancer [Accessed 21 Aug 2021].

	 8	 Howitt BE, Shukla SA, Sholl LM, et al. Association of polymerase 
e–mutated and microsatellite-instable endometrial cancers with 
neoantigen load, number of tumor-infiltrating lymphocytes, and 
expression of PD-1 and PD-L1. JAMA Oncol 2015;1:1319–23.

	 9	 Le DT, Durham JN, Smith KN, et al. Mismatch repair deficiency 
predicts response of solid tumors to PD-1 blockade. Science 
2017;357:409–13.

	10	 Marabelle A, Le DT, Ascierto PA, et al. Efficacy of pembrolizumab in 
patients with noncolorectal high microsatellite instability/mismatch 
repair–deficient cancer: results from the phase II KEYNOTE-158 
study. J Clin Oncol 2020;38:1–10.

	11	 Konstantinopoulos PA, Luo W, Liu JF, et al. Phase II study of 
avelumab in patients with mismatch repair deficient and mismatch 
repair proficient recurrent/persistent endometrial cancer. J Clin Oncol 
2019;37:2786–94.

	12	 Antill YC, Kok PS, Robledo K, et al. Activity of durvalumab in 
advanced endometrial cancer (AEC) according to mismatch repair 
(MMR) status: the phase II PHAEDRA trial (ANZGOG1601). JCO 
2019;37:5501.

	13	 Antill Y, Kok P-S, Robledo K, et al. Clinical activity of durvalumab 
for patients with advanced mismatch repair-deficient and repair-
proficient endometrial cancer. A nonrandomized phase 2 clinical trial. 
J Immunother Cancer 2021;9:e002255.

	14	 Oaknin A, Tinker AV, Gilbert L, et al. Clinical activity and safety of 
the anti–programmed death 1 monoclonal antibody dostarlimab 
for patients with recurrent or advanced mismatch repair–deficient 
endometrial cancer: a nonrandomized phase 1 clinical trial. JAMA 
Oncol 2020;6:1766–72.

	15	 Brooks RA, Fleming GF, Lastra RR, et al. Current recommendations 
and recent progress in endometrial cancer. CA Cancer J Clin 
2019;69:258–79.

	16	 Makker V, Taylor MH, Aghajanian C, et al. Lenvatinib plus 
pembrolizumab in patients with advanced endometrial cancer. J Clin 
Oncol 2020;38:2981–92.

	17	 Zhao P, Li L, Jiang X, et al. Mismatch repair deficiency/microsatellite 
instability-high as a predictor for anti-PD-1/PD-L1 immunotherapy 
efficacy. J Hematol Oncol 2019;12:54.

	18	 Stelloo E, Jansen AML, Osse EM, et al. Practical guidance for 
mismatch repair-deficiency testing in endometrial cancer. Ann Oncol 
2017;28:96–102.

P
rotected by copyright.

 on A
pril 18, 2023 at H

ospital U
niversitari V

all d'H
ebron.

http://jitc.bm
j.com

/
J Im

m
unother C

ancer: first published as 10.1136/jitc-2021-003777 on 21 January 2022. D
ow

nloaded from
 

www.clinicalstudydatarequest.com
http://creativecommons.org/licenses/by-nc/4.0/
http://orcid.org/0000-0002-3592-7194
https://www.cancerresearch.org/en-us/scientists/immuno-oncology-landscape/fda-approval-timeline-of-active-immunotherapies
https://www.cancerresearch.org/en-us/scientists/immuno-oncology-landscape/fda-approval-timeline-of-active-immunotherapies
http://dx.doi.org/10.1038/s41571-019-0218-0
http://dx.doi.org/10.18632/oncotarget.20042
http://dx.doi.org/10.1136/esmoopen-2018-000474
https://www.onclive.com/view/fda-approves-dostarlimab-gxly-for-dmmr-recurrent-or-advanced-solid-tumors
https://www.onclive.com/view/fda-approves-dostarlimab-gxly-for-dmmr-recurrent-or-advanced-solid-tumors
https://www.onclive.com/view/fda-approves-dostarlimab-gxly-for-dmmr-recurrent-or-advanced-solid-tumors
https://www.onclive.com/view/dostarlimab-approved-in-europe-for-advanced-dmmr-endometrial-cancer
https://www.onclive.com/view/dostarlimab-approved-in-europe-for-advanced-dmmr-endometrial-cancer
https://www.onclive.com/view/dostarlimab-approved-in-europe-for-advanced-dmmr-endometrial-cancer
http://dx.doi.org/10.1001/jamaoncol.2015.2151
http://dx.doi.org/10.1126/science.aan6733
http://dx.doi.org/10.1200/JCO.19.02105
http://dx.doi.org/10.1200/JCO.19.01021
http://dx.doi.org/10.1200/JCO.2019.37.15_suppl.5501
http://dx.doi.org/10.1136/jitc-2020-002255
http://dx.doi.org/10.1001/jamaoncol.2020.4515
http://dx.doi.org/10.1001/jamaoncol.2020.4515
http://dx.doi.org/10.3322/caac.21561
http://dx.doi.org/10.1200/JCO.19.02627
http://dx.doi.org/10.1200/JCO.19.02627
http://dx.doi.org/10.1186/s13045-019-0738-1
http://dx.doi.org/10.1093/annonc/mdw542
http://jitc.bmj.com/

	Safety and antitumor activity of dostarlimab in patients with advanced or recurrent DNA mismatch repair deficient/microsatellite instability-­high (dMMR/MSI-­H) or proficient/stable (MMRp/MSS) endometrial cancer: interim results from GARNET—a phase I, sin
	Abstract
	Introduction
	Methods
	Study design
	Biomarker screening
	Pathology
	Exploratory biomarkers
	Enrolling sites
	Endpoints
	Safety analyses
	Potential sources of bias
	Sample size
	Statistics
	Role of the funding source

	Results
	Patients
	Antitumor activity
	Safety

	Discussion
	Limitations
	Conclusion

	References


